treatment, and 88 mm Hg after six months' treatment (p>05, paired l test; 95% confidence interval for the difference between means -3 to + 4 mm Hg). Similar stability was seen in the placebo group, in whom the corresponding diastolic pressures were 93, 92, and 92 mm Hg (p>030, paired t test; 95% confidence interval -5 to + 2 mm Hg). After six months' treatment the change in blood pressure from the pretreatment value was not significandy different between the two groups (diastolic: p=0A4 (unpaired t test), 95% confidence interval for the difference between means -3 to + 7 mm Hg; systolic: p=0-9 (unpaired t test), 95% confidence interval -9 to + 8 mm Hg).
There was no significant difference in serum magnesium, potassium, sodium or creatinine concentrations between the two groups after six months' treatment (p>0 05, unpaired t test).
Comment
In spite of the fact that our trial was designed to detect a minimal relevant difference of7 mm Hg in diastolic pressure at the 5% sigificnclevel with a power of 85% and an estimated standard deviation of 7 mm Hg& we were unable to confirm Dyckner and Wester's finding ofan apparent hypotensive effect of magnesium supplementation. Our trial indicates that mageum supplementation does not exert a clinically important effect on blood pressure when given to hypertensive patients receiving long term diuretic treatment.
We thank Dr P Hyttel, Dr Effect of milk on patients with duodenal ulcers A diet with a high milk content is often advised for patients with a duodenal ulcer, perhaps because milk-is effective at neutralisiing *ad.' Moreover, epidemiological data suggest that the incidence of peptic ulcers is inversely related to milk consumption.2 In contrast, a diet with a high milk content stimulates significantly greater acid production than a normal diet3; its value to patients with duodenal ulcers has therefore been questioned. 4 The effect of milk on the healing of duodenal ulcers has not, however, been clearly established, so we performed a controlled therapeutic trial on patients admitted to hospital with ulcers.
Patients, methods, and results Sixty fiye consecutive patients with duodenal ulcers confirmed by endoscopy were included in the study. On admission to this hospital they were randomly allocated to one of two groups, group I consumed a normal hospital diet, and. group I received a diet consisting exclusively ofmilk (500 ml atbreakfast, 750 ml at lunch, and 750 ml at dinner). They were allowed to add sugar according to their taste, and both groups were allowed to consume seasonal fruits. The total daily intakes of calories (1800-2000) and protein (60-70 g) in the two groups were very similar.-Both groups received tidine 200 mg three times daily and 400 mg at bedtime, making a total of 1 g a day. Treatment continued for four weks,-after which patients underwent endoscopy again. The two groups throughout the study (table) . Endoscopic assesentafter four weeks of treatment showed that the proportion of healed ulcers was significantly higher in patients receiving a normal diet (78%) compared with those who consumed only milk (53%) (p<0 05). Serum calcium and creatinine concentrations were within the normal range in both groups before and after treatment.
In a previous study Doll et al found that a diet with a high milk content and even an intragastric milk drip did not influence the healing ofpepiic ulcers.' Their study, however, was based on a barium meal examination, which is not as accurate as endoscopy in assessing ulcer healing, especially in the presence ofa deformed duodenal bulb. In our study the proportion ofhealed ulcers in patients on a normal diet was 78%, which is the usual response obtained with cimetidine. In contrast, there was a significant reduction in the proportion of healed ulcers in patients who received a diet with a high milk content. Pain relief in the two groups was very similar, and this is perhaps why milk has been found to be useful in treating duodenal ulcers.
The preaie m nisiim by which milk delay,ihicer-h g istonjectral.
There is no evidgnce to suggestminteraction beween milk and qcietidine.
One possibility is that the highlcontent of calcium in milk stimulates excess acid production. Extracellular calcium plays a part in gastrin mediated ad production, and patients with duodenal ulcers are more sensitive to this effect than normal subjects.5 Calcium may not be the only factor, however, as even milk that is low in calcium produces a significantly greater increase in acid secretion in patients with duodenal ulcer than in normal subjects. 4 We suggest that a diet wita-high milk content has an adverse effect on the healing rate ofduodenal ulcers and should not be recommended for these patients.
We thank Cadila Chemical Pvt Ltd for the supply of cimetidine. We are grateful to Dr N S Murthy (SRO, cytology research centre, ICMR) for
